INTRODUCTION
Interstitial deletion of chromosome 2 is a very rare chromosome aberration, but reports of this condition have been gradually increasing with the advancement of the method of chromosome analysis. Weil et al. (1977) presented evidence that the locus of the isocitrate dehydrogenase 1 ([DH1) gene is between 2q32 and 2qter. Since then, several instances of interstitial deletion of 2q associated with reduced IDH1 activity have been described Takahashi et al., 1985; Mizuuchi et al., 1986) . We encountered an infant with interstitial deletion of the long arm of chromosome 2. The results of chromosome analysis and measurement of the [DH1 activity are reported.
CASE REPORT
The patient (Fig. 1) is a 10-month-old girl born to a 28-year-old Gravida I, Para I mother and a 38-year-old father. The parents are not consanguineous. The delivery was spontaneous in the pelvic presentation at the 39th week of gestation with a birth weight of 2,270 g. Asphyxia was noted at birth and the Apgar score (1 rain) was 4. Because of hyperventilation and generalized cyanosis observed immediately after birth, she was transferred to our nursery unit 10 min after birth. Blephaloptosis, low-set ears, brevicollis, micrognathia and a simian crease on the left palm were noted. There were no anomalies in the external genitalia or the limb, and no cardiac murmur was heard. Echocadiography revealed no cardiac anomaly. A cardio-thoratic ratio was not increased. Opthalmological examinations revealed normal ocular fundi and the iris. No oral anomalies were noted. The results of routine hematological and biochemical tests and that of urinalysis were all normal. The result of a screening for congenital metabolic disorders was negative. The hyperventilation and cyanosis improved gradually and oxygen administration was discontinued 5 days after birth. Since she showed a good general condition thereafter and weighed 3,200 g, she was discharged at age 40 days. At age 10 months, she was incapable of rolling-over or sitting, a body weight-gain was S. SUMI et at. Cytogenetic studies. Chromosome analysis with high-resolution GTG-and RBA-banding methods was performed on cultured peripheral blood lymphocytes of the patient and her parents. The patient had an interstitial deletion in the long arm of chromosome 2 (Fig. 2) , while the father had an insertional translocation between chromosomes 2 and 5 (Fig. 3) , since the father was phenotypically normal, the translocation would be apparently balanced. Therefore, the karyotype of the father was interpreted as 46,XY,dir ins(5;2)(q14;q32.3q34) or inv ins(5;2)(ql3; q32.3q34), and that of the patient as 46,XX,-2,+der(2)dir ins(5;2)(q14;q32.3q34) pat or inv ins(5;2)(q13;q32.3q34) pat, indicating that the patient is monosomic for a segment between 2q32.3 and 2q33. The mother had a normal karyotype. The paternal grandparents had already deceased and their karyotypes were unknown.
Measurement of IDH1 activity. The IDH1 activity in the erythrocyte was measured by the method of Cleland et al. (1969) . The IDH1 level in the patient was 0.310 nmol/min/mg Hb, being less than 50~ of the control level, but was normal in her father (0.796 nmol/min/mg Hb) and mother (0.696 nmol/min/mg Hb) ( Table 1) . DISCUSSION Taysi et al. (1981) studied clinical manifestations of previously reported patients with 2q-and categorized interstitial deletion of 2q into 3 groups: Group 1 includes the deletion involving 2q21-2q24 and frequently represents severe growth impairment, mental and motor retardation, microphtalmia, and polycystic ovary; Group 2 involves the deletion of 2q31-2q33 and often shows growth impairment, mental and motor retardation, micrencephaly, and blephaloptosis; Group 3 involves the deletion of 2q34-2q36 and represents growth impairment, micrencephay and ear protrusion. Clinical findings in our patient are summarized in Table 2 with those in hitherto reported patients in Group 2 (Taysi et al., 1981; A1-Awadi et al., 1983; Buchanan et al., 1983; Franceschini et al., 1983; Pai et al., 1983; Young et al., 1983;  
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Takahashi et al., 1986) , to which our patient belongs. The number of reported cases in this group is still insufficient to be separated from others as a distinct syndrome. Weil et al. (1977) studied on the activity of IDH1 in a number of hybrid cell panels and provided evidence that the locus of the IDH1 gene is in a segment of 2q32-2qter. Since then, there have been several reports on patients with del(2q) in which the IDH1 activities were measured Mizuuchi et al,, 1986) (Fig. 4) . In one patient of Narahara et al. (1985) (Case a in Fig. 4) , monosomy for 2q33.3-2q35 was observed and IDH1 level in the erythrocyte was reduced at about half of normal value. Narahara et al. (1985) speculated the IDH1 gene locus to be 2q33.3, although any clear evidence for excluding the possibility of 2q34-2q35 was not shown. Monosomy in our patient with reduced IDH1 activity is within a segment of 2q32.3 ~ 2q33.3 which shares a band 2q33.3 with the patient of Narahara et al. (1985) . Therefore, it is most likely that the IDH1 gene is located within this segment. However, its locus can no longer be mapped more precisely, because R banding was not performed in the patient of Narahara et al. (1985) , and a possibility that the breaks may have occurred at sites other than 2q33.3 cannot completely be excluded in either case. Therefore, further studies, such as not only evaluation of IDH1 activity combined with cytogenetic analysis but also molecular studies, are necessary to map the IDH1 gene.
